On admission to Yale-New Haven Hospital, he was a pale, thin male with a temperature of 390 C. His left distal thigh and knee were swollen, tender, warm, indurated and fluctuant. The knee joint had no palpable effusion and had approxi-mately thirty degrees of painful motion (from 300 to 600 flexion). Except for a soft systolic murmur and organ rnegaly consistent with his Gaucher's disease, the remainder of the physical examination was normal. Initial laboratory data included a hemoglobin of 6.8 grams percent, platelet count of 110,000/mm3, and erythrocyte sedimentation rate of 51 mm/ hr. The acid phosphatase was elevated to 21.2 IU/liter (normal 0-8). Radiographs of the distal femur showed soft tissue swelling and periosteal new bone formation consistent with osteomyelitis of the distal femur.
On the day of admission, following transfusion with fresh blood and fresh frozen plasma, he was taken to the operating room, where approximately 400 ml of purulent material were drained from an abscess cavity occupying the popliteal and retrofemoral spaces, encasing a portion of the sciatic nerve and the popliteal vessels, and communicating with multiple cortical defects in the posterior, distal femur. The findings were compatible with osteomyelitis with spontaneous posterior decompression. Gram stain and culture of this purulent material were negative. Active, generalized bleeding was controlled with thrombin and gelfoam. However, on the fifth post-operative day, he began to have active bleeding from the wound, despite normal coagulation status (prothrombin time, 15.5 seconds/control, 11.3 seconds; partial thromboplasin time, 39.2 seconds/control, 32.0 seconds; fibrinogen, 190 mg%o; thrombin time, 25.5 seconds/control, 21.8 seconds; platelet count, 230,000/mm3). He was taken to the operating room, the wound explored, and two small arterial bleeders were ligated. Again, generalized small vessel bleeding was controlled with thrombin/gelfoam. He had received five doses of percodan, which contains aspirin, during the preceding two days. Since this may have contributed to the increased bleeding, this was discontinued. Despite this, several subsequent dressing changes in the operating room were associated with excessive small vessel bleeding from the granulation tissue. Pressure dressings were necessary to control bleeding. He was treated with intravenous antibiotics for six weeks and continued oral medication for another six weeks. Two years later he has no evidence of recurrent disease, and has full function of the knee and leg.
DISCUSSION
Hemorrhagic disorders pose a special problem in the management of pediatric patients with acute osteomyelitis. Undue concern for the clotting abnormalities may introduce hesitancy in proceeding with necessary surgical decompression. Many authors have stressed that osseous destruction is excessive and permanent disability may follow when there is a delay either in diagnosis or initiation of appropriate surgical drainage [1] [2] [3] [4] . The same principles of management should be applied, as much as possible, to patients with underlying acute or chronic bleeding disorders. Further, the hyperemic response to the infection increases with time, and thereby enhances the potential for increased bleeding from granulation tissue. Many of these hemorrhagic disorders of childhood are accompanied by immune-deficiency states in which a subnormal or abnormal clinical response to infection may be common [2] . The dissemination of infection may be quite rapid in patients with deficient immune systems as in the first patient. This concomitance further underscores the need for prompt and effective management, with early surgical drainage being preferable.
Wiskott-Aldrich syndrome is an X-linked recessive disorder with thrombocytopenia, eczema, and increased susceptibility to infection [5, 6] . It is a highly fatal condition. Severe infection, bleeding, or malignant lymphoma often cause death in infancy or childhood, with survival to puberty rare [7] . The underlying defect appears to be in the afferent limb of the immune system, where there is defective recognition of the antigen [7] [8] [9] [10] . Survival may be improved by treating the thrombocytopenia, with platelet transfusions being the mainstay of therapy in mild cases [10] [12, 20, 21] .
. Antibiotic therapy is only one important measure in the treatment of acute osteomyelitis [22] . So promising were these drugs when first introduced that surgery was prematurely de-emphasized [20] . Recently Rhodes suggested that acute osteomyelitis could be cured by antibiotic therapy alone, if treated within the first four days of disease onset [23] . Likewise, Blockey and Watson advocated the use of antibiotics alone if treatment was instituted within seventy-two hours [24] . A major problem is "onset of disease." The patient may not become symptomatic until the infectious process penetrates the metaphyseal fenestra [25, 26] , and elevates the painresponsive periosteum. Realistically, this process probably takes three to four days. Thus the patient with symptoms for only two or three days may, in fact, have had the disease several days longer. Further, Blockey and Watson may be criticized because of lack of long-term follow-up [24] . Morrey and Peterson found a significant number of recurrences a year or more following initial treatment with antibiotics alone [27] . As Ferguson has emphasized, there is a great temptation to treat this disease "conservatively" with antibiotics, but whenever this has been done, the experience in the literature indicates that the incidence of complications rises [28] .
Some indications for surgery are obvious. When purulent material is present (usually under pressure), early decompression is essential [25, 28] . If there is radiographic evidence of an osteolytic lesion in the metaphysis, drainage is also indicated. In Case 1, the lytic lesions were probably delayed by the patient's cellular deficiency; in Case 
